A 17-month-old Japanese girl with an idiopathic acute myocarditis had symptoms of vomiting, slight fever, and liver enlargement, but no edema. Clinical diagnosis of acute myocarditis was not made until she had Stokes-Adams syndrome and electrocardiogram revealed complete atrioventricular block on the day of death. At autopsy, idiopathic acute myocarditis was detected diffusely in the right and left ventricles. Vomiting and liver enlargement were due to congestive heart failure.
pacing is usually carried out. Clinicopathological studies of the conduction system in cases of acute myocarditis have been done in patients with diphtheria,1) acute rheumatic fever,2) and Kawasaki disease3),4) (mucocutaneous lymph node syndrome). Such studies are rare in cases of idiopathic acute myocarditis.5)-9) As far as we are aware, study on the atrioventricular conduction system has not been reported in a baby with idiopathic acute myocarditis.
We report herein the association of complete atrioventricular block in a 17-month-old Japanese girl with idiopathic acute myocarditis, as supported by histological evidence related to atrioventricular block.
CASE REPORT
A 17-month-old Japanese girl had been completely healthy until 4 days prior to her death, when she suddenly developed an anorexia and vomiting. She was given 5% glucose parenterally and a diagnosis of cyclic vomiting was made. The liver was palpable 3cm below the right costal margin. But the cardiac arrhythmia was not detected at the hospital to which she had been admitted. On the previous day, transient cyanosis was noted. On the day of death, there was cyanosis, transient unconsciousness and tonic convulsion with the duration of about 30sec and she was admitted to Hikone City Hospital. She had slight fever and the lymph nodes were not remarkable. The lungs had no rales. The heart rate was irregular at 40-60 beats/min. The abdomen was distended and the liver was palpable 6cm below the right costal margin. There was no peripheral edema. An electrocardiogram revealed complete atrioventricular block and sinus tachycardia (Fig.1 ). Hemoglobin level was 11.8Gm/100ml and hematocrit value was 39%. The white blood cell counts were 22,500/cumm with 43% polymorphonuclear leukocytes, 52% lymphocytes, 5% monocytes and 1/100 erythrocytes. The erythrocyte sedimentation rate was 1mm/hr. SGOT level was 220IU; SGPT, 340IU; lactic dehydrogenase, 1700IU; alkaline phosphatase, 21IU; and leucine aminopeptidase, 389 •¨ •© of a: Left bundle branch (hematoxylin-eosin, •~100).
•¨ ing muscle of the septum to the bundle branches. Inflammatory changes were nil in the mitral and tricuspid valves . There was no evidence of Aschoff bodies, fibrosis or granulomatous changes.
DISCUSSION
As far as we are aware, the present case is the first report on the findings of the atrioventricular conduction system in babies with idiopathic acute myocarditis.
It is most difficult to differentiate acute myocarditis from common infectious disease with fever and/or vomiting in babies, as there is no way to determine whether there is dyspnea and palpitation on exertion.
In the present case, the patient was vomiting and the liver was enlarged as a sequelae of congestive heart failure. But a diagnosis of acute myocarditis was not clinically made, until Stokes-Adams syndrome occurred on the day of death and electrocardiogram revealed complete atrioventricular block. The result suggests that many babies with an idiopathic acute myocarditis go over looked. It is well known that idiopathic acute myocarditis frequently involves the atrioventricular conduction system and various conduction disturbances are seen in the electrocardiograms.
In our patient, idiopathic acute myocarditis had invaded the atrioventricular conduction system. The most extensive changes were noted in the right and left bundle branches, especially in the peripheral portions.
Complete atrioventricular block probably followed the severe acute inflammation of the bundle branches.
It has been detailed that idiopathic fibrosis of conduction system with or without conduction disturbances may result from a healed myocarditis.7) But the acute phase is actually unknown in most patients.
Our data suggest that the transient acute myocarditis seen in babies may be one of the causes of idiopathic fibrosis of the conduction system in children and adults.
